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because of environmental, host, and orgamsmal factors that influence this
host-parasite relationship (Lmdsey et al , 1985, 1986b) Intracage ammonia
concentrations of 19 Jig/liter of air or greater (Broderson et al., 1976a, Saito
et al , 1982, Schoeb et al., 1982), concurrent Sendai virus infection (Howard
et al., 1978, Saito et al , 1981, Schoeb et al , 1985), or concurrent
sialodacryoademtis virus infection (Schoeb and Lindsey, 1987) promote MRM
by increasing growth of M pulmoms in the respiratory tract. Other factors
that influence expression of MRM include, concurrent infection with the
CAR bacillus (see page 48); administration of hexamethylphosphoramide
(Overcash et al , 1976; K T Lee and Trochimowicz, 1982a,b) or
cyclophosphamide (Singer et al, 1972), vitamin A or E deficiency (Tvedten
et al , 1973); inhalation of tobacco smoke (Wynder et al., 1968); genetic
susceptibility of the host [e g., LEW rats are more susceptible than F344
rats (Davis and Cassell, 1982; Davis et al., 1982); and C3H/HeN mice are
more susceptible than C57BL/6N mice (Davis et al., 1985)], and virulence
of the M pulmoms strain (Lindsey et al, 1971; Whittlestone et al , 1972,
Howard and Taylor, 1979; Davidson et al., 1988a)

Characteristic microscopic lesions of MRM at any level in the respiratory
tract include neutrophils in the airways, hyperplasia of mucosal epithelium,
and a lymphoid response in the submucosa Lesions may be acute or chronic,
and include rhinitis, otitis media, laryngitis, tracheitis, bronchitis,
bronchiectasis, pulmonary abscesses, and alveolitis (Lindsey et al., 1978b,
1982) Pleuntis and emphysema are rare. The dramatic hyperplasia of
bronchus associated lymphoid tissue (BALT) characteristic of MRM in the
rat has been related to the finding that M pulmoms is a potent non-specific
mitogen for rat lymphocytes (Naot et al., 1979a,b). Syncytial epithelial
giant cells may occur in nasal and bronchial mucosa in mice (Lindsey and
Cassell, 1973)

Athymic mice are no more susceptible to pneumonia and death due to M
pulmoms than immunocompetent mice. However, they often develop arthritis
after mtranasal inoculation of the organism (Cassell, 1982).

Natural infections of M pulmoms also occur in the genital tract of female
rats (Graham, 1963, Juhr and Obi, 1970, Casillo and Blackmore, 1972;
Ganaway et al., 1973, Cassell et al, 1979; Davidson et al., 1981). LEW
rats are highly susceptible to severe genital (as well as respiratory) disease
due to M pulmoms, and this is characterized by purulent endometntis or
pyometra, salpingms and penoophontis (Cassell et al, 1979, Cassell, 1982).
Similar genital lesions attributable to M pulmoms are rare in rats of other
strains.

In mice, humoral antibody is protective and can be passively transferred.
In the rat, little metabolic inhibiting, complement fixing, or hemaglutmatmg
antibody is produced and BALT may be a nonspecific response Cellular
immunity appears to be more important in rats than in mice (Cassell, 1982).